Aillpatients with hypercakcaemia had skeletal metastases and the majority of crises occurred some time after the commencement oftherapy patients in the series are still alive this figure may be a little low, for some of the survivors might also be expected to become hypercalcwemic.
In. the majority of patients with mammary cancer, hypercalcwemia is caused by the rapid destruction of bone by metastases, releasing large amounts of calcium into the circulation, although there is no correlation between the serum calcium level and the degree of skeletal destruction by the metastases. Other possible mechanisms include the secretion by the tumour of a parathormonelike principle (Grimes et al. 1967) , of vitamin D (Grimes et al. 1967 ), or of specific osteolytic sterols (Gordan 1967) . The symptoms and signs of hypercalcoemia, namely lassitude, anorexia, nausea, vomiting, dehydration, confusion, somnolence and finally coma are very simnilar to those due to progression of the disease and, therefore, hypercalcoemia must be considered whenever a patient deteriorates fairly rapidly. An increase in the severity of the pain from skeletal metastases may be the first symptom, particularly if the pain is constant. The majority of crises occur some time after therapy has started and frequently when the patients have been discharged home (Fig 2) .
The majority of patients respond to simple forms of therapy. Hydration, especially by the administration of intravenous saline, together with a, low calcium diet are effective in 50% of patients (Gordan 1967 , Donovan et al. 1966 ). If neutral phosphate is added into the regime the response rate is increased to 80 %. Other forms of therapy include thyrocalcitonin, sodium sulphate, prednisone, androgens or cestrogens, endocrine ablative surgery and cytostatic drugs.
Summary
A patient with advanced mammary cancer who developed hypercalxemia is described. The hypercalcemia was successfully treated and she has remained normocalcaemic and free from pain, leading an active and full life, for the past fifteen months. Hypercalcaemia is a frequent complication of mammary cancer and in most instances the condition responds to simple forms of therapy.
C(eliac Axis Compression Syndrome Alan Edwards Msc MChir (for Professor G W Taylor MS FRCS) (St Bartholomew's Hospital, London)
Miss Y C, aged 18 History: In January 1966, when aged 16, this girl first began to experience epigastric pain that initially occurred in the morning after eating and passed off quickly. Gradually, however, the duration of the pain extended until it was present all day, was exacerbated by activity and relieved by recumbency, and never troubled her at night. She vomited occasionally, but had no weight loss and tended to be costive. the coeliac axis (Fig 1) with collateral blood flow through the pancreaticoduodenal arteries. At this time, possibly concomitant with the rest and small frequent meals of hospitalization, she was symptom-free and was observed as an outpatient.
After an interval of six weeks her symptoms returned with increased severity and she was readmitted. Although her epigastric tenderness persisted, her abdominal bruit was no longer audible. A repeat aortogram (23.11.67) now showed her coeliac axis to be completely obstructed and entirely dependent on collaterals (Fig 2) . Laparotomy (30.11.67, G W T): There was no abnormality of the intra-abdominal viscera except that the coeliac axis was firmly compressed by the median arcuate ligament of the diaphragm (Fig  3) . Mean hepatic arterial pressure 60 mmHg; peripheral blood pressure 110/77, mean 83. This represented a gradient of 23 mmHg, which is compatible with other reported cases (Lord et al. 1968 , Harjola & Lahtiharju 1968 . Division of the constricting fibres of the diaphragm revealed an occluded cceliac axis origin. The splenic artery was, therefore, anastomosed via a 10 cm segment of the right long saphenous vein to the left common iliac artery (Fig 3) . A systolic blood flow of 100 ml/min with a mean of 30 ml/min was obtained, reflecting the narrow calibre of the vein. Her convalescence was uneventful and she has remained symptom free.
Discussion
Since the coeliac axis compressio. . 1968 ). This girl represents the first of a series of 6 cases that we have collected. She presented the additional diagnostic difficulty in that her epigastric bruit disappeared with the complete obstruction of her celiac axis; had she been seen for the first time at this stage, then in all probability the diagnosis would have been missed. She is also interesting in that her symptoms had been attributed to psychological disturbance, as is not uncommon in this condition (Drapanas & Bron 1966) . Some of the interest of the syndrome stems from the difficulty in accepting the concept that partial occlusion of~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~~.
_ . W . : . . . . : . . . the coeliac axis should produce symptoms from ischoemia, when most authorities (Klein 1921 , Mikkelsen & Zaro 1959 , Morris & DeBakey 1961 , Dick et al. 1967 ) consider that two out of the three gut arteries must be narrowed, before the rich collateral between them becomes inadequate and mesenteric angina is provoked. The situation is unusual, however, in that the obstruction is caused by the diaphragm and is therefore, from the following evidence, probably intermittent. In our cases both the bruit and symptoms varied considerably with respiration and posture. Although this is not reported in the published series this variation of the bruit is, we consider, an important diagnostic aid in discriminating against other abdominal murmurs. We have also been able, by means of intra-operative studies with an electromagnetic flow probe, to show considerable variation of blood flow with respiration in cases other than Y C, whose complete obstruction precluded this. Fig 4 illustrates the blood flow, as ordinate, in the splenic artery of our second case, D P, a girl of 23, whose lateral aortogram is shown in Fig 5. Respirations on the ventilator are indicated by the arrows. Before release of the coeliac axis, deflation of the lungs was accompanied by arrest of flow, while mean flow during ventilation was 57 5 ml/min. After decompression mean flow was 118 ml/min and the respiratory influence greatly reduced. Intermittent arterial obstruction may not provoke adequate collateral circulation or alternatively may result in reactive hyperemia responses that might be the basis for symptoms. Neither theory is valid for Y C since her caeliac axis was totally obstructed, unless the suggestion in the first aortogram (Fig 1) of compression of the superior mesenteric artery as well as the cceliac axis is real.
